This article is available online at http://www.ijpr.ir antiapoptic effects of ischemic preconditioning via phosphatidylinositol 3'-kinase/AKT(PI3K/ AKT) pathways (15). Concordantly, dexamethasone causes a significant down-regulation of PI3K/AKT signaling pathway resulting in increases in indices of cell apoptosis in brain (11, 15) . The signaling interaction between survivin and PI3K/AKT has also been described to be essential for endothelial progenitor cells (EPCs) proliferation that are the major source of cells in endothelial repair after vascular injury (15, 16) . A variety of studies not only has proposed a role for survivin in the extent of vascularization of the infarct but also has suggested the notion for treatment of brain injury by up-regulation of surviving (10-12). Dexamethasone has also been linked to over-expression of MAPK phosphatase-1 (MKP-1) which antagonizes the activity of mitogen-activated protein-kinases (MAPKs) (13). Intriguingly, the activity of MAPKs has been described as a signal transduction pathway upstream of surviving (14) . With respect to the above, we advance the hypothesis that prenatal dexamethasone exposure may not protect preterm infants against IVH down-regulating the expression of survivin that plays a key role in the protection of brain cells against insult-induced apoptosis. Research studies are needed to better define whether antenatal betamethasone may be the best alternative therapy for antenatal prevention of IVH and whether dexamethasone may sensitize immature brain to IVH involving dose timing and treatment regimen.
